A patient presented with severe hypophosphataemia that had been precipitated during binge eating. It was corrected by restricting the binges, and by hyperalimentation through a duodenal tube together with intravenous supplementation with sodium phosphate for a short period. Phosphate concentrations should be monitored in patients with severe anorexia complicated by bulimic episodes.
A low serum phosphate concentration is a complication that has been recorded in several conditions, including hyperalimentation by intravenous fluids deficient in phosphate,' 2 alcohol withdrawal, diabetic ketoacidosis, recovery after extensive burns, and refeeding of malnourished prisoners of war. In anorexic patients hypophosphataemia has been noted during both intravenous hyperalimentation and oral refeeding (when the patients were starved but using laxatives). In nal tube, and give her sodium phosphate intravenously. Even after she had been tied to her bed, she persuaded her room mates to bring her food, and even succeeded in pulling out the nasal tube and sucking it directly. Her extreme aggression necessitated antipsychotic drug treatment. She gradually became calmer and we were able to start oral feeding. Her weight was restored and she was discharged from our ward weighing 39 kg. Follow up consultations took place twice a week. All her biochemical values including phosphorous remain within the reference ranges. Because of her anorexia, however, we are pessimistic about her prognosis.
Discussion
Phosphorus is essential to the body's energy and storing mechanisms, '-and it plays a part in carbohydrate, fat, and protein metabolism. In addition, it is necessary for the structure of the phospholipids composing cell membranes and intracellular organelles of muscle and nerve tissue. 5 Hypophosphataemia can produce the clinical signs of ATP deficiency or cellular hypoxia affecting the neuromuscular, cardiopulmonary, haematological, gastrointestinal, renal, endocrinological, and skeletal systems.6 7 It is a rare clinical entity. The daily requirement is 800-1000 mg of elemental phosphorus. Dietary sources include eggs, milk, poultry, cheese, nuts, and vegetables. The kidney reabsorbs up to 90% of phosphorus and stool losses are small, being 100-200 mg/day.3 This patient by avoiding practically all food while resorting to laxative abuse reduced her phosphate intake and increased her faecal excretion.
Serum phosphate concentrations reflect only a small proportion of total body phosphorus because 99% of phosphate is intracellular. 8 Although within the reference range on admission, her serum phosphate concentration apparently fell precipitously after her binges, thus showing that her total body phosphorus was depleted by her fasting and laxative abuse.
The neurons, red blood cells, and cardiac muscle are particularly vulnerable to ATP depletion.6 9 Presumably the phosphate supplying these tissues from the serum was just adequate during the periods of nutritional deprivation and the catabolic state. The severe bulimic phase changed her body metabolism from a catabolic to an anabolic state, creating an abrupt demand by her liver and muscles for more phosphate for the production of the phosphorylated intermediates required by glycolysis, glycogen 
